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血液検査 入院時（第 ₅病日） 第₁₃病日 第₁₄病日 第₁₆病日
白血球（/μl） ₁₅₀₀₀ ₁₃₂₀₀ ₄₁₇₀₀ ₇₃₀₀
好中球（%） ₇₄．₈ ₈₀．₅
リンパ球（%） ₂₁．₁ ₁₁．₉
赤血球（×₁₀₆/μl） ₄．₉₅ ₄．₉₄ ₅．₇₉ ₄．₈₁
ヘモグロビン（g/dl） ₁₃．₅ ₁₃．₇ ₁₆．₃ ₁₃．₇
血小板（×₁₀₄/μl） ₄₁．₉ ₅₆．₅ ₇₆．₁ ₃₃．₁
ヘマトクリット（%） ₄₁．₃ ₄₃．₇ ₄₇．₃ ₃₉．₆
MCV（fl） ₈₃．₄ ₈₈．₅ ₈₁．₇ ₈₂．₃
MCHC（%） ₃₂．₇ ₃₁．₄ ₃₄．₅ ₃₄．₆
PT-INR ₁．₀₄ ₀．₉₂ ₀．₉₄ ₁．₂₃
APTT（s） ₃₁．₈ ₃₀ ₂₅．₉ ₄₄．₄
フィブリノーゲン（mg/dl） ₂₃₆ ₂₀₂ ₂₄₂
D-dimer（μg/dl） ₃．₇₆ ₀．₄ ₁．₅ ₂．₃
第XIII因子（%） ₉₂ ₅₇
総蛋白（g/dl） ₆．₇ ₇．₁ ₆．₇ ₅．₂
アルブミン（g/dl） ₄．₃ ₄．₃ ₄ ₃．₅
AST（IU/dl） ₂₆ ₂₀ ₂₀ ₂₁
ALT（IU/dl） ₁₁ ₁₅ ₁₄ ₁₀
LDH（IU/dl） ₂₆₉ ₁₉₅ ₂₅₃ ₁₇₁
UN（mg/dl） ₁₂ ₁₄ ₂₂ ₉
Cr（mg/dl） ₀．₂₇ ₀．₃₂ ₀．₂₇ ₀．₃₂
Na（mEq/l） ₁₃₈ ₁₃₆ ₁₃₆ ₁₃₈
K（mEq/l） ₄．₁ ₅ ₄．₃ ₄．₄
Cl（mEq/l） ₁₀₄ ₉₈ ₁₀₁ ₁₀₃
CRP（mg/dl） ₀．₅₂ ₀．₀₄ ₀．₁₂ ₇．₉₆
静脈血ガス分析
pH ₇．₃₅ ₇．₄₀₈ ₇．₄₃₁
pCO₂（mmHg） ₄₈．₂ ₃₆．₁ ₄₄．₆
HCO₃-（mEq/l） ₂₆ ₂₂．₃ ₂₉
BE（mEq/l） －₀．₂ －₁．₇ ₄．₁
Lactate（mmol/l） ₁．₂₁ ₄．₉₄ ₁．₃₅
尿定性検査

























































PSL, Prednisolone（プレドニゾロン）; NS,Normal Saline（生理食塩水）
RCC, Red Cell Concentrates（濃厚赤血球液）; Alb, Albumin（アルブミン）





































を含めても ₆例に留まった₂～ ₆）（表 ₂）．さらに興味深い
ことに，内 ₃例はステロイド薬による治療介入を行って
症状が軽快した時点でショック状態を呈しており，本症
例と経過が類似していた₄ ～ ₆ ）．
　IgA血管炎の消化管出血の部位は，十二指腸を含む小
腸が最も多いとされているが，内視鏡検査を施行しても
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Abstract
A BOY WITH IGA VASCULITIS WHO DEVELOPED HYPOVOLEMIC SHOCK  
DUE TO MASSIVE GASTROINTESTINAL HEMORRHAGE
Tetsuya Tsuchida ₁ ）, Ryosuke Fukushima ₂ ）, Naoki kaneko ₁ ）, Shuichi iTo ₃ ）
₁ ）Department of Pediatrics, Fujisawa City Hospital 
₂ ）Department of Pediatric Emergency, Fujisawa City Hospital 
₃ ）Department of Pediatrics, Graduate School of Medicine, Yokohama City University
　Immunoglobulin A (IgA) vasculitis is the second most common systemic vasculitis in children, and is characterized 
by purpura, abdominal pain, arthralgia, and glomerulonephritis. Symptoms are generally not severe and the condition 
has self-limiting features.
　We encountered an ₈-year-old boy with IgA vasculitis who was admitted due to abdominal pain. He was 
successfully treated with intravenous prednisolone (PSL), and symptoms rapidly resolved. However, ₁₄ days after 
onset, he again developed severe abdominal pain accompanied by bloody diarrhea and recurrence of purpura. He 
abruptly presented with a pale complexion, peripheral coldness, and tachycardia, suggesting compensated 
hypovolemic shock. Abdominal ultrasonography and contrast-enhanced computed tomography revealed diffuse 
edematous thickening from small intestine to ascending colon and ascites. Immediate fluid resuscitation and blood 
transfusion for hypovolemic shock stabilized his vital signs, but we could not detect a bleeding source on 
ultrasonography or contrast-enhanced computed tomography.
　Because of the significantly elevated hemoglobin levels, diffuse thickening of the small intestine, and ascites, 
shock could have been caused by both massive gastrointestinal bleeding and intravascular dehydration due to 
increased vascular permeability associated with severe recurrence of intestinal vasculitis.
　He was successfully treated with an increased dose of PSL and factor XIII infusion without recurrence of 
gastrointestinal hemorrhage, and was finally discharged ₃₇ days after first onset. Periodic and careful monitoring 
with abdominal ultrasonography helped tapering of PSL.
　A review of the literature identified ₆ cases involving hypovolemic shock due to gastrointestinal hemorrhage. 
Interestingly, half developed shock during the convalescent phase, as in our case. Severe gastrointestinal hemorrhage 
may occur in patients with IgA vasculitis even during the convalescent phase, and close monitoring with 
ultrasonography could allow for early detection of exacerbation or recurrence of intestinal vasculitis.
